monosomy 13q32.5 8 Conversely, deficiency of band 13q33 appears to be associated with a different phenotype without the typical head profile and thumb anomalies.3 The association of coagulation defects with (probable) loss of 13q34 observed in two unrelated patients5 was not found in our case 2.
Our findings, together with the absence of coagulation disorders in the majority of 13qter monosomy cases, do not support the proposed relationship between monosomy 13q34 and deficiency of factors VII and X.5 Such a defect may rather be an unspecific and inconstant finding in some chromosomal disorders as it has also been observed in three cases of trisomy 8.9 To conclude, the observations reported here contribute to the establishment of the phenotypic mapping of chromosome 13 ,7 8 I which nevertheless remains incomplete.
The authors wish to thank A Alcaraz for the art work.
Addendum
Recently, de Grouchy et al (Hum Genet 1984; 66: 230-3) have provided additional evidence for the assignment of the structural genes of clotting factors VII and X to 13q34. Whether the coagulation in our cases is indeed abnormal remains uncertain. SUMMARY Half brothers from the same mother had congenital left sided posterolateral diaphragmatic hernias repaired in the neonatal period. The inheritance of diaphragmatic hernia should probably be based on the multifactorial hypothesis.
There are two types of developmental defects of the diaphragm, posterolateral defects or Bochdalek hernia and retrosternal defects or Morgagni hernia. Other, more extensive, defects can involve most or all of the hemidiaphragm. Eventration of the diaphragm and hiatus hernia will not be considered. The patient usually presents in the first hours or days of life with respiratory distress. The condition is amenable to surgical repair, the first successful cases having been treated in the 1940s. We wish to report left sided posterolateral diaphragmatic hernias in two half brothers from the same mother and review published reports concerning the familial incidence of diaphragmatic hernia.
Case report
The first child, a male, was born at term weighing prechordal mesoderm or its destruction by localised x irradiation, vitamin A excess, etc). 2 The great majority of reports of this condition in man refer to cases with various chromosomal abnormalities,7 or Mendelian aetiology with autosomal dominant transmission in some families" '"" and autosomal recessive in others." 'I Only a very few reported cases'2 have well documented teratogenic mechanisms as causative factors. In the other cases Mendelian or chromosomal aetiology cannot be ruled out.
We report a case of alobar holoprosencephaly with a known exposure to a teratogenic agent.
The proband (fig 1) was a term newborn male (birth weight 3-5 kg, head circumference 40 cm) who died in half sibs. 
Congenital diaphragmatic hernia

